INTRODUCTION
Previous studies have given rise to conflicting reports about the effects of follicle-stimulating hormone (fsh) on the germinal cells of the mammalian testis. Indeed, there is still doubt as to whether, in the absence of luteinizing hormone (lh), fsh has any effect on these cells (Clermont & Harvey, 1967) . On the other hand, fsh does appear to have a poorly defined stimulatory effect on Sertoli cells (Murphy, 1965) . In this paper, the effects of a crude preparation of fsh on both types of cell are examined, and possible interactions between the effects of fsh and human chorionic gonadotrophin (hcg) are tested.
MATERIALS AND METHODS

Animals
Four boxes of CFW mice were used. Each box contained two lactating females and twelve male young fostered within 24 hr of birth. On the 6th day after birth, three young were removed from each of these foster-litters, leaving the nine young of most uniform body weight.
Hormones
Human pituitary fsh was extracted and assayed by the methods described by Butt, Crooke & Cunningham (1961) . The material was fraction CP1, the potency of which was 700 i.u. fsh and 140 i.u. lh activity per mg. Shrinkage during processing. In order to calculate the numbers of intratubular cells, it was necessary to estimate the degree of shrinkage of testis during histo¬ logical processing. This was done by preparing serial longitudinal sections of twenty testes from 9-day-old mice. This tissue was processed in the same way as the tissue from treated animals and cut at 6 µ. The shape of the testis was assumed to be an ellipsoid and the volume of the processed tissue was calculated from the formula § nRx2, where R = the largest longitudinal radius found in the serial sections and r = the largest transverse radius.
A correction had to be applied to the volumes so calculated to allow for rents in the sections caused by shrinkage. In each of the twenty testes, 100 random points were examined under the microscope and the numbers of points overlying stained tissue and unstained gaps were noted. The mean proportion of stained tissue was 92%. As the tunica had no rents, this figure was used to correct the volume of the testis without the tunica. Volume of testes without tunicae After calculating, from the regression given above, the weight of testes with¬ out tunicae in each injected animal, the volume was calculated by dividing this corrected testicular weight by the specific gravity, which was found to be IT4. The results of analysis of these volumes were similar to those given by the testicular weights, fsh treatment was followed by an increase in the volume (P<0-001) and there was a significant effect between litters (P<0-025).
Animal weight
Hormonal treatment did not affect body weight significantly. The only significant finding was a between-fitter difference (P<0-001).
Tubular diameter
The mean tubular diameter in processed tissue was greater in animals re¬ ceiving the fsh preparation (control 57-8 µ, small dose 64-0 µ, large dose 65-9 µ, <0·01).
Numbers of intratubular nuclei
The volumes ofthe intratubular nuclei in processed tissue are given in Table 3 In twenty testes, the ratio of volume after processing to original volume wa 0-516±0-020 (mean + S.E.). Animals which had been treated with fsh had larger numbers of nuclei of spermatogonia and Sertoli-cell precursors (Table  4) . hcg did not have a significant effect. There were significant differences in the numbers of nuclei of spermatogonia and Sertoli-cell precursors between litters (P< 0-025).
Volumes of other tissue elements Animals treated with fsh had larger volumes of intratubular eosinophilic material and tubular basement membrane (Table 5) . hcg did not have a (Woods & Simpson, 1961; Ortavant & Courot, 1967; Lostroh, 1969) . In hypophysectomized lambs, Courot (1967) found that fsh administra¬ tion increased the numbers of spermatogonia. However, Harvey (1965) (Lostroh et al, 1963; Steinberger et al, 1964; Lacy & Lofts, 1965; Murphy, 1965) and the greater part of the large increase in eosinophilic material reported in this paper is thought to be due to an increase in the cytoplasm of Sertoli-cell precursors.
